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An analysis on the clinical characteristics of patients with autoimmune hemolytic anemia secondary to thalas-
semia intermedia or B-thalassemia major LIAO Gui-ping, Ll Jing, ZHOU Tian-hong, et al. Department of Hema-
tology , 923rd Hospital of the Joint Logistics Support Force of the Chinese People's Liberation Army, Nanning 530021,
China

[ Abstract] Objective To investigate the clinical characteristics and treatment methods for patients with autoim-
mune hemolytic anemia( ATHA) secondary to thalassemia intermedia or 3-thalassemia major(abbreviation for 3-thalassemia).
Methods The clinical characteristics of 42 patients with AIHA secondary to thalassemia intermedia or B-thalassemia
major who were admitted to Department of Hematology, the 923rd Hospital of the Joint Logistics Support Force of Chinese
People’s Liberation Army from January 2009 to December 2020 were retrospectively analyzed. The effects of different treat-
ment regimens were compared. Results The main manifestations of the 42 patients were a larger-than-expected decrease
in hemoglobin, shorter interval between blood transfusions, and positive anti-human globulin test. Thirty-two patients
received hormone therapy, including 20 patients in the standard therapy group and 12 patients in the pulse therapy group.
The complete response rate (75.0% vs 83.3% ) and the effective rate (91.7% vs 95.0% ) were not significantly dif-
ferent between the two groups(P >0.05). One case was relieved after first-line splenectomy. Nine patients received no
treatment, and 3 of them had spontaneous complete remission. Three patients who did not respond to hormone therapy or
relapsed were relieved after splenectomy. Conclusion The anti-human globulin test should be performed on the patients
with B-thalassemia when the hemolysis is aggravated and the blood transfusion interval is shortened in them. The patients
diagnosed with ATHA should be treated with glucocorticoid in time. Splenectomy can be considered for patients with refrac-
tory or recurrent thalassemia.
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FEIEH T o FI(E) B BREFFEBE, S8 o FI(E)
B R 15 s/ B = BT B 6 KAV PP
W32 REEPUA] , FH5000 o A B 2, ARYE
PRI, B #b 2% W] LA — 2543 2 # #Y ( thalassemia
major, TM ) . #1[a] Y ( thalassemia intermedia, TI) 154
R iR EARIR AR B M AR A AT
Jra o AR AR T SRR AN, LR 25 7 2 )
P SAAGRE , e R 1K 5% ~30% ", 1.5% ~45%
B AR LLAN LAY B S BT, M S R i il 2
At H e A AR IS e I S R R A
G K, ZHETPUA I, AT I AR,
B IR I S G 0, RV EE 5 0T B B e
Ifit P %% 1ff. ( autoimmune hemolytic anemia, ATHA ) 71
AR THIZ A ATHA Ak — Rk IRIRE . 556, 2
PSR T4 38 [A) S v i 1 22 I, i R 2 A
L, AT I T 1 6 A2 W AP RCH B,
WRGAYT FRIRE, ATHA JE57 50 LIS B2 B
5 JSUAERE G I X R R G R HE— A A 5 i
TUFIHRE] 7Y B 3% e KL 1 7 1 2125 13 (hemo-
globin , Hb) AbTHAFRAR Ko B, 025
I ATHA SB35 B IG PREFAE GBI 7% I3, A R T8 S
PRIGTT . HRAT A I AIHA 205500 A&
WS EGE T 42 i rp e B/ R B #u#Y & Jf ATHA i
H RGO, BIGE AT .

1 Xg5%%

L1 WFFeage BB Hr 2009 48 1 ] %2 2020 45
12 AFRBeMERHIGA T B HET & IF ATHA B4, 44
AFRE: (1) FF5 EPR L B8 m oG T B i3 (TM
T (2R 5 (2) F5 4 ATHA 217, (85 A
VA 00 0 T A B PR | R € I A , B I
B i[RI PR AL, 255 EHET AR iR (direct
antiglobulin test, DAT) FH:™ o HER & I J
SR, AN'EF SIREAS 4 R IV R A
LGN 42 IR . Hh 55 25 11(59. 5% ) , 2 17 14
(40.5% ) ,OAENE 6 % (1 ~19 %), TM 35 f41](83.3% ) ,
TI 7 4(16.7% ) . DAT #¢-C3d B4 37 1] (88. 1% ),
Pi-1eG P 28 1] (66. 7% ) o 18134 AR H 15
(indirect antiglobulin test, IAT) fH4: 14 #1](33.3% ),
11 i (26. 2% ) 588 B Hi A 1%y, JHErp eI 3 Ja g
10 491, F 5 1 ], A BRI Hb REE(7 ~10 d
PR RE 30 /L) i ) o i ) W) Sl 4 e (g 21 ~
28 d kR 3 ~14 d) i EIG . 28 41 (66. 7% )
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AERF BRI, 11 491](26. 2% ) i BB (M2 , 4
FEEEIAIR 3 B, 2R (Hb =95 ¢/L) 1 {4,
FREEZY I ( Hb 61 ~90 g/L) 14 #i(33.3% ) , HEX
1fiL(Hb 31 ~60 g/1.)16 f1(38.1% ) A% HE L M. (Hb <
30 /L) 11 f5i](26.2% ),

L2 BoRMdE i BERE TR RGE A Y
G RO}, ELA5 P ] A0 i PR B2 75 R i R 6 B e
SERyE R ALTR . SRR A AL 2 W Hb (2
ZLANMT A (o3 BT, PRI 02 5 , 245 6800, HiLBH.
Piik) JAHEIRZLER (4 A sh B, HACH 5, 2
57600, %) (FLIR AU MKV (42 A s AR g b
1, HA H 57, #5:7600 AR ER 1) , DL B Coombs i,
5 (PUABREE A I 70 G, BV M v 2R P 2 2 A BR
st AL IRET) .

1.3 JBI7I5E TE42 pldE T, 32 BITEIs WG
ZWEIRIT 10 BIEEREZHERRIT . (1) WniEh
SPEH (20 1)) R FHARUER SR TR YT, BT IR SRR Tk
Jems (R4S it 1907221) 1 ~ 1.5 mg/ (kg - d),
FLIR I U IHLT 2R S5 45 Ak 50T [ IS 18 W
L3 ~6 N H NEZy . (2) e rdi (12 fi)
KGR EBGRIAYT , Se LI IR SR A g ( LU A
Fii , 5 AN9413)20 ~30 mg/ (kg -+ d) FFkIHIE 3 ~
5 d, HIEUOh I IREERR IR JE AR YT , Ui Fie 24 [F] bR
HERIT I 5. MR ToRCE AT I IR ARIAYT
L4 P30t SRR BB TROTE bR
WEAF - (1) 584 i ( complete response, CR) , & X
) 2 J5 Hb SR e s Br BT, H 3 ~6 S
J5 DAT % [H; (2) #545 )< v ( partial response, PR) ,
€ SN2 G 2 A Hb fRFeta e sf B BT H 3 ~
6 A J5 DAT K%:[FH; (3) Jo&k (non-response , NR ) , A~
i FIREO. AREE = (CR +PR)/ B x 100% .
L5 Giteedrik W SPSS19. 0 ettt 4k
PEAbPE . FF A IESA A T ORISR + bRt 2=
(x =s) e, 4L EBCR T ¢ 50 s AT IE RS0 Al
iR =S YA LR A A QN S VY GO o L B X VA 4§
[M( Py, Pys) J 3R, 20 1] HE AR R FIAS 3. 114K
FORHABIE (73 5) [n (% ) 130, 4118 e AR
X KR SERIORI 4] SR FRR R 56 . P <
0.05 HERAGTIFE X,

2 HR

2.1 A[FRAYT T S EBH G R FFEFS TR wh
AHRYT PR HETR S T AR PR DD BIG YT 2R
AN JRYTHT Hb KA R EM2E R (P >0.05) .
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iR T AL MBS HEVG T 4 CR 253 510 83.3% Fi
75.0% AR50 0 91. 7% H1 95. 0% , 25 5+ oG it

FREN(P>0.05),

W1,

k1 FEBTFEAFERFAEFT RIEK[ (xxs) ,M(Py ,Ps) ,n(%) ]
g g ke T AER VIMaIT HFE 2 HIHT Hb
5 e (%) B2 % ™ I (g/dl)
it Ay Al 12 5 7 5.0(2.3,7.0) 3 9 11 1 7.1+1.4
PRUETRYT A 20 14 6 5.0(3.3,7.0) 2 18 16 4 6.9+1.6
X/ Z - - 0. 451 - - 0.358
P - 0.1502 0.652 0.338%2 0.6262 0.723
IBITRIE bR S EL
45 Bil%k Hb WBC Plt Ret * JIEESES MLIERE " LDH *
(g/dl) ( x10°/L) ( x10°/L) ( x10°/L) (mol/L) (ng/ml) (mol/L)
. 6.2 158.0 1.6 40.0 2500. 0 482.2
MR TAl 120 522200 (4 959y (117.5.209.0)  (0.9.4.3)  (23.7.48.1)  (1000.0.20000.0)  (322.0.1064.0)
B 9.4 243.5 2.1 41.7 1445 696. 0
PRERITAL 200 47222 (5475 0y (144.8.329.3)  (0.7.6.4)  (23.4.59.0)  (248.0.5000.0)  (282.3.1043.8)
NP/ Z - 0. 643 0. 487 1.518 0. 260 0.117 1. 690 0. 148
P - 0.525 0. 636 0.129 0.795 0.907 0.092 0. 882
. DAT 2 5 IR FRE — \
T e T e sepn s VI g
Bi-leG(+/-) $Hi-C3d(+/-) TAT(+/-) CR PR NR CED (4F)
it iEIT Al 12 8/4 11/1 5/7 10(83.3) 1(8.3) 1(8.3) 8.0(4.0,12.0) 4.6+2.3 2(16.7)
PEIRIT A 20 13/7 17/3 8/12 15(75.0) 4(20.0) 1(5.0) 4.0(3.0,12.0) 3.8+2.1 1(5.0)
A - - 0.459 0.369 1. 007 -
P - 1.0002 0. 646 0.712 0.322  0.540%

W AR R EBHERSE A —F S B AR M 4. 4 Fisher M UIMESRILIFAHE. WBC: 1412 (white blood cell) ; Plt: Il /MR ( platelet) ;

Ret ; PJZHZT 40 i ( reticulocyte ) ; LDH ; LR it 20l (lactic dehydrogenase)

2.2 JRITICHOME KEERIEA 32 IIERMENA
SPE R 2 BOE (hrERY PR AN iRy 2R 1 )
3 B (A 4 1 B, whaifyr gl 2 Bi)) o 2 4l
TREE 1 BIRCEIET 55 1 BIVIINGY 7 )aik CR,
WEVs 4. S AFERE K. 3 PR 2 I RIS T
DIIIRTy Y01k CRAMIREDS 2. 5 4FA1 S AR A,

73 VIR K IEI6T7 I AR R T

2.3 REESZHEHT BERIRARRFE L 10 41
BERBZWERIT, P 1 BN G I E T U1
Ak CRo 3 BB E I SN S, T2 we
4 ~6 J& DAT ¥ F1, il Rk CR. HAx 6 Bl Bl s
WA A R R A AR AR, DAT Fr2E Btk W& 2.

K2 REXHMFHTEHFNIERSMERENA

BOE Wl 2 G130 B4 RIS pile  EHIT SEFI8 M9 Jfhi 10
() 13 6 8 17 2 4 14 3 7 10
4531 % 'y B 7 & & 5 5 & 5
B HuFx A ™ ™ ™ TI ™ ™ ™ ™ TI ™
JENEAT S P2 T (em) 5 4 6 4 2 2 4 0 5 3
REREZE BB LA T (em) 12 3 5.5 _* 3 2 2 1 2 3
71| - - - - - - - - - -
I R I gyl il M i gyl gyl Fram gyl ZL M
Uik R (DAT)

IsG - + - + + + + +

a3 + + + + + - +
IAT - - + - - - - - .
R LA s ] (4 7.5 1.6 1.3 2.6 7.3 5.4 3.9 4.0 2.8 4.3
S| CRA CR NR NR CR CR NR NR NR NR

WX OATIRBIRRA AT - " SR R R B

3 iFig

3.1 B HIFTBH A IF ATHA i, HAERAEAE Bl 22
ARG TS MAEAR TS , ImARR A Y AR 83
Hh Z2 B3 Iy i I SCRE T A I, (DB
BRGS0 20 Ft, X B 3 Ba

SEAEYIEIN LA T b 925 1k, IR R A,y
LIS R B D EEA T T 5 24 A8 25 e BBt
IABCRAR AT, T IR ATHA RYRTRENE, it
17 Coombs R4 HESEIRL . JRYLEHAT A IF ATHA Y
BEGEHE " o Xu S GH T 6] B BT I AIHA
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F 4 I RYB I . AN 26.2% (11/42) B E 45 W]
BRI S ORI S A T ATHA B EIAR G
3.2 B TUME AT S all ATHA BT 22, M
TRAH RN 84.3% ,CR K 50.6% "™ . A4 E
BRE R 93.4% (30/32) ,CR K 78.1% (25/32)
FWEIH B B AL Z T ATHA B, 697
ATHA AOFREESERE R D IRRATRA 1 ~ 1.5 mg/kg ™™
Abdallah 25 gRIFFE I, % ATHA 5835 16 744 58
8 1 B2 B PR R 2 (LKA 40 mg/d,
B4 G F R g/d, 363 ~5d),3 FARER
MAT% 1 T+2 81% , ABFLBEA WA BRI A
7SR A R AU AR B 2 5, X ]
RELER M T (1) B H#T &I ATHA 5 sl ATHA 1)
A AREAN T, 1 E LATE 3 8L BT 7k, R RETE B
iR EhAS I 5 (2) AL VK, Ho i A2t 1]
7E 8 JH 7645, i Abdallah 25 W22 %) 3 & 14 1L
DRI, 4 B 7% & 9 ATHA fR 3, K1 w1l
BRI 1 R K PRI AR B, (L s 30 P
FRE SRR, T — W, T Rl
FURAOIRER I ARG, 24 B 3T A I ATHA, Hodifk
TR RS A L PRI, T DA R DR R i 2
HIAST , LIRS K T , (R4 280 , i o
KW R AR AR B

3.3 ARk 4 BIEEESZ YA, ik CR,
BT A) A 4.5 4F, R A S o MOME B BE A 2B AR
PE, URSURLI AN EERRIRAIT . X TME R
IT IRk AT S ZAIT SR B S
() ATHA [, BT R AR B R A A — 23677
Maskal 45" W22 T 36 {54552 B UIBR AR 11 ATHA B
F b 21 R e ATHA A7 630, VI
BN T8% o AN KA LAY Mo % 83, i Fad
(RS I FIBE A1 385 1ML, 725 5 HE BB A, T 484 o A 2
PE— MY I, T PG BR , 2 2 Hh 5% A 2 1l
RN . IR, TR T 7Y
B L ATHA [ 143 R, 7™ 2 2 7T £ % A
fir, B R PRI . A4 1 iR — Sk b
SZIYIRA  HU5 BLIRCR

3.4 9 BIREERIEZAEMIARYT 3 BIERET ik CR,
%3 IR E PR B . BFFE R, ATHA 193t
PRI 5 o ™ AR WA 56 . Khaled 457
K 87 ] B HFE 43 DAT Bk ,25 HiliS T ATHA .,
Singer 2 JZIE FRA> TM HE AT AEH HUIR 2 R
— P VEARTAEE 84 1 B A (L TCAR S I PRAEAR , A
TWEIAST . UL, X B MU A 9F DAT BIMEE, e 2
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